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Abstract: As the predominant internal chemical modification in eukaryotic RNA, Né-methylade-
nosine (m®°A) undergoes dynamic and reversible regulation by "writers" (methyltransferases), "e-
rasers" (demethylases), and "readers" (recognition proteins). This process plays a critical role in
tumor initiation, progression, therapeutic resistance, and immune evasion. Targeting m®A reg-
ulators may therefore serve as a pivotal strategy in cancer therapy and overcoming multidrug

resistance. This review systematically elaborates the biological basis of the m°A regulatory net-
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work as a therapeutic target, analyzes intervention strategies directed at the three classes of r-
egulators mentioned above, and discusses the major challenges currently faced in clinical tra-
nslation. The aim is to provide a theoretical reference for advancing the clinical translation of
m°A-targeted therapies.

Keywords: m°A modification; Tumor therapy; Methyltransferase; Demethylase; Recognition pro-

tein; Clinical translation
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